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substance in the occipital lobe. In the left cerebellar hem¬ 
isphere there was considerable loss of substance. In place 
of the walls of the hemisphere a large vesicle was found, 
communicating with the fourth ventricle. All of the cere¬ 
bral arteries normal. Secondary degenerations : R. optic 
thalamus markedly atrophied; R. corpus geniculat ext.; 
anterior corp. quadrigem. Right optic tract and left optic 
nerve decidedly atrophied. R. courpus geniculat int., also 
involved, R. peduncle very small, the right pyramid com¬ 
pletely atrophied to a thin cord, the left being normal. 
The right olivary body and the left cerebellar peduncles 
were considerably wasted. As to the etiology, the author 
mentions the defective development of the mother (narrow 
pelvis) and the difficult forceps delivery, in addition to the 
hereditary influence from the paternal side. The condition 
of the cranium is also indicative of forcible compression 
having occurred in utero. The defective development of 
the cerebellum, which is extremely rare in porencephalus, 
was undoubtedly produced by the same mechanical means. 
The changes in the thalamencephalon and the mesoceph- 
alon, as well as those in the medulla, are to be looked on 
as secondary, as similar changes can be artificially pro¬ 
duced. The slight involvement of the left half of the body 
is remarkable, as the motor zone was, so to speak, com¬ 
pletely excavated, and only an insignificant portion of the 
right pyramid remained. It is worthy of note that the com¬ 
pensatory development of the left pyramid, doubtless grad¬ 
ually gained a decided influence over the right anterior 
horn. In conclusion, he calls attention to the slight mental 
disturbances manifested, despite the extensive changes in 
the right cerebrum and the left cerebellum, and expresses 
the opinion that in all probability a compensatory develop¬ 
ment of nerval elements has taken place, or, in other words, 
an increased function of the left hemisphere. W. M. L. 

PAINS OF CENTRAL ORIGIN. 

Dr. L. Edinger (British Med. Jour., Sept. 12, ’91) cites 
the case of a woman, aged 48, who had a slight attack of 
apoplexy three years after endocarditis. The initial 
symptoms were disturbances of sensation in the right limbs 
and transcient defect of consciousness. Then iollowed 
paralysis of these limbs, hyperaesthesia, and intense pain in 
the right half of the body, and eight months later athetosis 
and contraction of the arms came on. Temporal hemian¬ 
opsia of the right eye was superadded and the pains led to 
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suicide two years after the fit. A focus of embolic soften¬ 
ing was found in the dorsal portion of the external nucleus 
of the left optic thalmus, extending back into the pulvinar, 
and involving the internal capsule at the posterior region 
of Charcot’s sensory crossway. Secondary degeneration of 
fibres in the mesial portion of inner third of corresponding 
crusta was seen. Dr. Edinger points out that the absence 
of degeneration in the pyramidal tracts and of exaggerated 
knee-jerks in this case seem to indicate that disease of the 
thalamus may cause late rigidity. Hemianopsia from cap¬ 
sular disease, without hemianaesthesia was considered due 
to the small extent of the primary lesion. The pains and 
hyperaesthesia were presumably the consequence of direct 
contact of sensory fibres with the diseased patch. A. F. 

PERIODIC CONTRACTURES. 

G. Lauch, Virchow’s Archiv., contributes an article 
on the pathology of the nervous system, an abstract 
of which article appears in the Centralblatt f. Klin. Med., 
No. 35. The patient, a man aged forty-eight years, of good 
habits, was frequently seized with attacks of rigidity of the 
left leg and the left arm, which became fixed in a state of 
right-angled flexion, consciousness was retained, the whole 
lasting from one quarter to twenty-four hours. During 
these seizures there was trismus and speech was impossible. 
In the interval, motion in the left leg and hip joint was 
limited, as well as in the left shoulder joint where voluntary 
movement was weak. There also existed a contracture of 
the left sterno-cleido-mastoid muscle. Articulation was 
unintelligible, the cheek was puffed out and the mouth 
drawn up in a pucker. Sensation in the left side was dis¬ 
tinctly lowered. During a subsequent seizure there was 
loss of consciousness, straight and rigid contractures in both 
legs, right-angled flexion, contractures in the arms with a 
rigid condition of the pelvic muscles, trismus and twisting 
of the head to the left side. These attacks continued to 
recur, each time involving some new part of the musculatur, 
finally before death there was double facial paralysis, 
spasm of the phayrnx and disturbance of the hitherto intact 
psychical condition. Microscopical examinations at the 
autopsy gave negative results, the microscopic study was 
still to be done and the author thought that it would be 
as well not to theorize as to the possible pathological con¬ 
ditions that might be found until the work was finished, he 
however, ventured to think that perhaps the 'fault would be 



